Clinically, the term shock is used to refer to an acute circulatory disturbance which might progress to fatal circulatory failure. It is often caused by derangement of the body fluids and itself causes other biochemical changes to become superimposed. Hypotension is an important clinical sign. The arterial blood pressure varies directly with the cardiac output and peripheral vascular resistance, both of which are influenced by several factors. VI shock syndromes there is a low cardiac output usually caused by a fall in the central venous pressure (C.V.P.) or by depression of the myocardium.
A fall in C.V.P. occurs when the circulating blood volume is reduced, and such hypovolemia results from heemorrhage, dehydration or loss of plasma-like exudates, all of which give rise to characteristic changes in beemoglobin and plasma-protein concentration. After htemorrhage, water, electrolytes and protein are transferred to the plasma (Grant and Reeve, 1951; Moore et al, 1966) . This restores the blood volume, producing a fall in heemoglobin with little change in protein concentration; with loss of plasma, the hemoglobin rises while the protein concentration remains unchanged or even falls, and in dehydration both are increased. Thus, measurement of both heemoglobin and plasma specific gravity may give useful information, but whereas raised values are generally easy to interpret, pre-existing aneemia or hypoproteineemia sometimes obscure the changes.
In many shocked patients hypovolemia is relatively slight, and other factors are important (Walters and McGowan, 1965) . Dehydration may be present, but its main effect appears to be on blood volume. The plasma sodium concentration is frequently normal, and even with severe hypo-or hypernatreemia, in shock it is the reduction in volume that appears to be most important. Hypokalemia is common, but often appears as resuscitation is achieved. Hyperkalamia sufficient to cause circulatory failure, though rare, causes death to ensue rapidly. In some circumstances, acidosis is believed to be an important cause, but this, too, is less important than any associated volume deficit. Nevertheless, such alterations in electrolyte concentration and pH should be corrected along with volume repletion.
Blood volume estimations are of limited value because "overtransfusion" may be necessary to restore the C.V.P. (MacLean et al,  1965) .
The alterations in blood flow result in a variety of changes. The arterio-venous oxygen difference increases, and a low pO 2 may result from pulmonary changes. Tissue hypoxia is indicated by a rise in blood lactate (Marbach and Weil, 1967) , though its estimation is more of interest than helpful in diagnosis or treatment. Metabolic acidosis is not invariable, and respiratory alkalosis sometimes occurs. There is increased secretion of cortisol (Melby and Spink, 1958) together with high blood catecholamines, which are believed by some authors to contribute to irreversibility (Lillehei et al, 1964) . Renal failure and liver dysfunction may further complicate the picture, and there are alterations in blood clotting factors, and many other biochemical changes of less obvious clinical significance, reviews of which have appeared recently (Hershey, 1964) .
